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Immunostaining of agrin was weakly noted mainly inEvidence of increased
the GBM and occasionally in the mesangial region and
tubular basement membrane in the control rat kidneysexpression of synaptic
(Fig. 1A). In Thy-1 nephritis, no significant increase of
agrin immunostaining was seen in the mesangiolytic glo-basal lamina protein agrin
meruli on day 3 (data not shown), while an increased
deposition of agrin was noted in the sclerotic glomeruli onin glomerulosclerosis
day 10, with strong expression in the GBM and expanded
mesangial matrix (Fig 1 B, C). As a positive control, whenTo the Editor: Increased synthesis and deposition of
extracellular matrix (ECM) proteins contributes signifi- rat skeletal muscle was stained with agrin, a linear staining
was seen in the neuromuscular junction.cantly to the glomerulosclerotic process, both in human
and experimental animals. The list of matrix proteins de- The major finding of the present study was that the
expression of agrin was substantially increased in scleroticposited in the sclerotic glomeruli continues to grow as
new matrix components are discovered. glomeruli, while no significant changes of its expression
were seen in nonsclerotic glomeruli of Thy-1 antibody-Agrin is a synaptic basal lamina protein in the neuro-
muscular junction, originally isolated from the torpedo treated rats sacrificed on day 3 of the experiment, sug-
gesting that increased expression of agrin could be relatedmarmorta. Agrin promotes clustering of acetylcholin re-
ceptors in the neuromuscular junction [1]. Subsequent to the progression of glomerulosclerosis.
studies, however, revealed the presence of agrin in non- In summary, in this preliminary study we have observed
neural tissues including capillaries, muscle, kidney and an extraneural pathologic relationship between agrin and
lung. The presence of agrin in these non-neural tissues that the diseased kidney, and suggest that an increased deposi-
have no or very minor acetylcholin receptor-aggregating tion of agrin may contribute partly to the glomerulosclero-
activities, suggests that agrin may have an additional func- tic process found in experimental Thy-1 nephritis.
tion(s). Recent studies have shown that agrin is an impor-
tant component of the glomerular basement membrane
Mohammed S. Razzaque and Takashi Taguchi(GBM) [2], as are type IV collagen and laminin. As an
Nagasaki, Japan, and Hershey, Pennsylvania, USAincreased deposition of basement membrane components
is closely associated with glomerulosclerotic changes in
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process, although this remains to be proven. In this prelim- E-mail: msr17@psu.edu
inary study, we examined the expression and distribution
of agrin in Thy-1, antibody-treated rat kidney.
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Fig. 1. Immunostaining of agrin in rat kidney sections. Immunostaining for agrin shows weak expression in the GBM of the control rat kidney
(A), and diffuse expression in the sclerotic glomeruli in Thy-1 antibody-treated rat kidneys with strong expression in the GBM and expanded
mesangial matrix (B, C). No specific staining is seen in the kidney sections when anti-agrin antibody was replaced with mouse IgG (D).
